from the tumour cells is provided by Amatruda, Mulrow, Gallagher and Sawyer (1963) . So far as one is aware this association has not been seen in the reticuloses, although Plimpton & Gellhorn, (1956) , have reported 'hypercalcaemria (also probably endocrine 'in origin) in one case of Hodgkin's disease.
In all the cases in the present series, Hodgkin's disease was histologically proven. In each case the serum sodium level was at some time 125 mEq/l. or below. This hyponatraemnia was associated with a low serum osmolality with a ratio of urine-to-serum osmotic pressure greater than one. There was, therefore, good evidence of inappropriate secretion of ADH. The absence of clinical disturbance associated with the hyponatraemia is also in favour of a dilutional hyponatraem'ia rather than an Addisonian type, and this was suggested in Case 1 by the fall in serum specific gravity in parallel with sodium. This was confirmed by studies of total body fluids and exchangeable electrolytes. In each case the total exchangeable sodium was in the normal range, but the total body water was increased in volume. Rees, Rosalki and Maclean (1960) and Ross (1963) , also described hyponatraemia in carcinoma of the bronchus associated with increased renal loss of sodium. This was thought to be the result of a proximal renal tubular lesion, since aminoaciduria, glycosuria and phosphaturia were also present. None of our cases had excess aminoacids or glucose in the urine. Moreover, in Rees' case there was evidence of dehydration rather than overhydration. In the patients discussed 'here there was no evidence of adrenal failure, although one had hypoplasia of the adrenal cortex at post mortem. This was thought to be consistent with long term steroid therapy. 
